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Clinical efficacy of different amikacin administration routes in bronchiectasis with

Pseudomonas aeruginosa infection

XUE Ying-wei, ZHANG Hong-hao, YE Guang-hua (Longjiang Hospital of Shunde District & Third Affiliated Hospital of

Guangdong Medical University, Foshan 528318, China)

Abstract: Objective To observe clinical efficacy of different amikacin administration routes in bronchiectasis with

Pseudomonas aeruginosa (PA) infection. Methods Ninety-two bronchiectasis patients with PA infection were treated with

aerosol inhalation or intravenous infusion of amikacin for 8 days. Clinical efficacy, adverse reactions, laboratory parameters,

and Leicester cough questionnaire (LCQ) were compared between 2 groups. Results Clinical efficacy and adverse reactions

showed no significant difference between 2 groups (P>0.05). Post-therapeutic levels of leukocyte, procalcitonin and C-
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reactive protein were lower, while LCQ scores were higher in aerosol inhalation group compared with intravenous infusion

group (P<0.01). Conclusion Aerosol inhalation of amikacin can alleviate symptoms and improve laboratory indicators in

bronchiectasis patients with PA infection.
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